INTRODUCTION
Tuberculous (TB) pericarditis, caused by Mycobacterium tuberculosis, is found in approximately 1% of all autopsied cases of TB and in 1-2% of pulmonary TB [1] . Although there has been a significant decline in TB in developed countries over last decades, Asia, Africa and Latin America, with 86% of the World's population are home to 95% of all cases of active TB and 98% of the nearly 2 million deaths resulting from TB each year [2] . Pericardial involvement by TB was initially described by Rokitansky in 1852, and it was he who noted the "association with, and dependence upon," an earlier TB lesion [3] . TB pericarditis has a variable clinical presentation and should be considered in the evaluation of all cases of pericarditis without a rapidly self-limited course [4] . TB pericarditis by no means always progresses to the constrictive fibrous stage [3] . In some parts of the world, a TB cause of constrictive pericarditis is more common than a non TB cause [5] . Recent reviews on the diagnosis and management of pericardial disease have paid scant attention to TB pericarditis, which is arguably the leading cause of pericarditis in the world [6, 7] . TB pericarditis in an 82-year-old female diagnosed on autopsy is presented herewith.
CASE REPORT
We present a case report of TB pericarditis diagnosed on post-mortem histopathological examination of the heart. The deceased was an 82-year-old female who, according to her relatives, was maintaining poor health since past few months.
She complained of weakness, shortness of breath and on and off fever. Two days before her death, she had high-grade fever. Only heart was received for histopathological examination. The heart weighed 250 g and measured 12 cm × 10 cm × 6 cm. External surface was rough and dull [ Figure 1] . On cutting open, heart was unremarkable. On microscopic examination, the pericardium was thickened and showed numerous caseating epithelioid cell granulomas, Langhan's giant cells and mononuclear inflammatory infiltrate [ Figure 2a -d]. The coronary arteries did not reveal atherosclerotic changes. TB was not diagnosed antemortem, in this case. As other visceras were not submitted for histopathological examination, it could not be established whether the pericarditis was the primary manifestation of TB or pericardium was involved as a result of dissemination following a primary infection elsewhere in the body.
DISCUSSION
Pericardial involvement usually develops by retrograde lymphatic spread of M. tuberculosis from peritracheal, peribronchial or mediastinal lymph nodes or by hematogenous spread from primary TB infection [8] . The pericardium is rarely involved by contiguous spread from a TB lesion in the lung or by hematogenous spread from distal skeletal or genitourinary infection. TB pericarditis presents clinically as pericardial effusion, constrictive pericarditis or a combination of effusion and constriction [1] . Signs and symptoms of TB pericarditis are often nonspecific and vague, and the diagnosis may not be established 
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KEY WORDS: Forensic sciences, forensic pathology, histopathology, tuberculous pericarditis, autopsy until circulatory signs develop. TB pericardial effusion usually develops insidiously, presenting with nonspecific systemic symptoms such as fever, night sweats, fatigue and weight loss, chest pain, cough, and breathlessness [9, 10] . Four pathological stages of TB pericarditis are recognized: (1) fibrinous exudation with initial polymorphonuclear leucocytosis, relatively abundant mycobacteria, and early granuloma formation with loose organization of macrophages and T-cells; (2) serosanguinous effusion with a predominantly lymphocytic exudate with monocytes and foam cells; (3) absorption of effusion with organization of granulomatous caseation and pericardial thickening caused by fibrin, collagenosis, and ultimately, fibrosis; and (4) constrictive scarring: the fibrosing visceral and parietal pericardium contracts on the cardiac chambers and may become calcified, encasing the heart in a fibrocalcific skin that impedes diastolic filling and causes the classic syndrome of constrictive pericarditis [11] . Recent data suggest that the histological pattern is affected by the immune status of the patient, with fewer granulomas being observed in HIV-infected patients with severely depleted CD4 lymphocytes [12] . The immune response to the viable acid-fast bacilli penetrating the pericardium is responsible for the morbidity associated with TB pericarditis. Protein antigens of the bacillus induce delayed hypersensitivity responses, stimulating lymphocytes to release lymphokines that activate macrophages and influence granuloma formation. The cytokine profile suggests that TB pericardial effusions arise as a result of a hypersensitivity reaction orchestrated by the TH-1 lymphocytes [13] . The demonstration of complement fixing anti-myolemmal and anti-myosin type antibodies in 75% of patients with acute TB pericardial effusion has been cited as possible evidence that cytolysis mediated by anti-myolemmal antibodies may contribute to the development of exudative TB pericarditis [14] . CT scan of the chest shows typical changes in mediastinal lymph nodes (i.e., enlargement >10 mm with matting and hypodense centers and sparing of Hilar lymph nodes) in almost 100% of cases in addition to the features of pericardial disease i.e., pericardial effusion and thickening of pericardium [15] .
Mayosi et al. [1] proposed diagnostic criteria for TB pericarditis for countries and communities in which TB is endemic. According to this criteria, a definite diagnosis of TB pericarditis is based on demonstration of tubercle bacilli in pericardial fluid or on histological section of the pericardium or caseating granulomata on histological examination of pericardium and a probable diagnosis is made when there is proof of TB elsewhere in a patient with unexplained pericarditis, a lymphocytic pericardial exudate with elevated adenosine deaminase levels, and/or a good response to anti TB therapy.
Despite prompt anti TB treatment and use of corticosteroids, constrictive pericarditis is one of the most serious sequelae of TB pericarditis and occurs in 30% to 60% of the patients [11] . TB as an etiology of constrictive pericarditis is more common than other causes in Africa and Asia [1] . According to Das et al. [5] , out of 61 patients with constrictive pericarditis, the etiology was TB in 37 (61%) and non TB in 24 (39%) on pericardiectomy. 
